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RIEICBCREEFNIELZ Z 2 —0ONXF— (RENEMHE
Za—RANRF-) LT, FTY - NL—fEEEE (Guillain-Barré
syndrome, U GBS &B&RE), BMEAEMRBEELHB 1 —
0 /X F — (chronic inflammatory demyelinating polyradiculo-
neuropathy, LXT CIDP &B&ED), ZHEMEESH -1 —0O/F—
(multifocal motor neuropathy, LT MMN & B&EE), myelin
associated glycoprotein (MAG) #TAR&E= 2 —O/SF—DZFE(S
5N%. INSOEBNEEZ1—0O/NXF—DREELT, &
CHSEIBRERTAA R, MEEE{EEZE (plasmapheresis,
BUF PP & B&ED), RERRNEZE/ O VEE (intravenous
immunoglobulin, T IVig &B&EE) R E D RBEEDEMMEN
V7 LMetbEEEE (randomized controlled trial, T RCT &
BREE) ICK > TIREESNTE o, FFEEIC K > THREREEDE
MERRG S TVWED, RED INSHRENEE=21—0/(
F—DREBEOFDERRD,

—7, EFETIEFAEERRREROEIRKICE W TR ICE
D3R FzEEENE UIOEREORAEN T TATNS, HIR
MEREBTHDLHMEFEEPREAREWEAY, HRHESIET
BOEFEMHENIE TEDFENENRILCREICERTIREE 425
THED, BRTRINSDERBEERTRENEE=2—0O/
F—IFREREICENZ E >TWS, LA ULELS, BENTE
M2 —ONXF—ICEVWTEIBBREOESNAFEINT
B, RERFEHRD RCTHEITLTWS, AETE, ENE
M2 —ONF—CR T BFRRAAEDORREBEICDOWVNT
Bz d 2.
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GBS [ 2RETIEDMEFEZ E# & T 2RRMWBEENTE
HZa2—0ONRF—THD, ZORERFEE U TIRITRRICE S
TEESNAY T VA Y RGN REHRICBET 21> 7
UAYRICHET DI ETZa—ONF—DERINSD". GBS
DIAEIF 1980 FAIUT PP OBZIMENTRS N, Z0DHE 1990 F4
ICIE PP EDEEIC K > T IVIg DEENER I T S23),
—AHT, BHMOBEBRERTOA RICLBABRISENTHS.
GBS DO#%:8 (3 B IAMETH 2 1o HFAEE 4 B LRI (SR EA
7o TRBEIFBEARICEEL TW, PPELO NVIgIick>T
KEAD GBS BERBEZH/SNDH, LR 1 ELADIE
TXRF44%THD, FER 1 FUES 16%DEEFIRIHT
MTZEY, GBS ICBEIT DI &ICL>TIBUDEEIFHED
EEZREETBHY, HRANBLSHERMAMEE I/R— NHAR
(International GBS outcome study: IGOS) T, Jh#H=AREED GBS
£ (GBS disability score 3 ML L) IR L TWINh D REE
EICKZ2VENREZ T > 12356, 4 BR AT GBS disability
score DEENHSNT=DIFE 68% TH 729, FEIREE LT
EEEDRHS Vig MNBIRE N D 2 EHZ VD, HRAZ LW
BRICEBINAEEREZE ST 2NN MEE S,

* 505D 59 HERICKEWT IVIg DREERS DB % REE
L 7= RCT (second intravenous immunoglobulin dose trial: SID-
GBS) DIERMWEINTWNSZY, 2B LT Vg Ik B3
BefmLR 1 BEOBSATFERTERXIY D modified
Erasmus GBS Outcome Scale (0~12) T6 mMULEDFHAER
NERAFENZEEZ 1 1ICEIDMIFLT 2EEBE® VIg (SID)
Fllx 7 ERO‘ENTONT. 496D SID &L 44 FlD 7
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Table 1 Recent and future clinical trials in Guillain-Barré syndrome.

Treatments Targets ClinicalTrials.gov Identifier Recruitment Status
Second IVIg N.A N.A Completed
Eculizumab (JET-GBS) €5 NCT02493725 Completed
Eculizumab €5 NCT04752566 Completed
Crovalimab C5 NCT05494619 Withdrawn
ANX005 Ciq NCT04701164 Recruiting
Imlifidase (IdeS) IgG NCT03943589 Active, not recruiting
Efgartigimod FcRn NCT05701189 Not yet recruiting

IVIg = intravenous immunoglobulin, IdeS = gG-degrading enzyme of Streptococcus pyogenes, FCRn = neonatal Fc

receptor, N.A = not available.

FERBICEWTEEFMEE O 4 BEFRD GBS disability
score (& SID & 4 (4~5), 7St MEE4 (4~5) EElFHBN
wmhofe (FAEAYXE1.4). —AT, RO 30 BEIKCEHF
Z2EEREEERIFSIDETE (SIDE 3%, T7tmE
16%), ZDOMWEME L TR - BRIENZ < AS5NTW e, K
HERIE MEGOS T 6 mU EDEE (BED 60%ULNHEFRIC
BETEEETHIND) OHENRE ULRBREEHRZD, 4
BRRE &L VEIRFHEEE OFFRFRICE VTS SID OBFZME
NEESNEEREBR T, £, SDEICKITZEEERD
Mmig - |EFEICDOWTIE 2 @B D Vig 50 1 BE%K EPPERE
WA IV T TH RN BERL TWSHEREMENH 5.

—7, GBS TIHIEHIDOERE PEMIETILDEEITIC L > TE
HEHEIHERESHEICEL> TWS I ENRINTSH
DN~9 GBS OFIVAEEMREE U THEZIZENE Uih FIE
HEMEEINTWS, GQlb MEDERERIZ S IC & 5 KA
FREOY I ABYMETILTIE, A C5 T/ 7O0—FILAHED
eculizumab DFEEIC & > THIFIEKRICK T DEBEESHEDIL
BELEEABE, BHRBFREZINH T2 EABEI L TL
219 2015 EMNSAKIBD 13 MR TTTo 17z eculizumab D I
#HE8 (JET-GBS study) Tl&, IVIg IT eculizumab £zl 75
tRZHEATZHDT, FEFMEE L U T4BRRICEITS
GBS disability score 2 T (JH#5AIEE) DBEDEIEGNRES
nic. 4:BRSICE TS GBS disability score 2 LU (JRE=1IEE
DEEDEIEIE eculizumab BT 61%, 7T ERET45% &
eculizumab B CTEM > A BEMEZRETE BN, LHL
BHYS, BIREHMAIER TH 5 24 BEF = T GBS disability score 1
LIF (EfTH8E) DEEZEDEIEGICE VT eculizumab BET 74%
THSDITH U T T T BREETIE 18% & eculizumab BETHE
ICEBWERTH . CORBROEREZE-T, 20214524
WS ARFICEH W T eculizumab D I BEHBENRBEI Nz, &
HERTIIFEMER & LT 24 BOB TRAIC GBS disability
score Y1 LUT (GETAIEE) ICRNET D ETOHBEE B> TW
%, AHERIF 2022 FITBEICSTEE L TR D, 2023 F£0HAMRE
FEPMARICEVWTEMEINREI NGB > e FERS N
TW32 Ffe, CEUHA YUY THKTH S crovalimab IC

L BHEBRBETEES N TWeARBAIICREER>TWS, —7,
1R C1q ICW 9 2E /7 O—FILIEIE GQ1b Hid%z BB UL =E
XEARRED N 7 B ETILAR EICFH LT eculizumab & RIRRD
BIHEDERINTED™, 2020 EHN NV I ITFrvia s
TA4UEYVICEWTClglc/g 3T/ 270—-F LK
(ANX005) IC& 2 E NIHHD T ZERXIRD RCT HBAtA & 75>
W5,

ZOMOFHAERERE LT, ABRMEL Y HERENE
49 BEHRD IgG-degrading enzyme of Streptococcus pyogenes
(IdeS) N'% 3. IdeS [F®FEYV'OT ) > % Fab & Fc HA & It
Wrg B7cs, Fc B ICHERT DHAEDEEZINHEY BRRN
BAFTE 3. ELISAIC K B invitro DEFERTIE, HEHLUHA
YT UAY RFEHBHEDOBEMEIC IdeS ZRELTHY Y
¥ REEHEE U ELISA 7L — MMTHRINT % @O ED
milsnTnsd™, e, REER GBS OB ETILZAW
foinvivo DIFEICEWVWTSH, 1deS 59 % & T ETRRS
@ Nav channel DFFEPLEAEDIE ZINH U THBRZEDER
LTW3BY, IhS5DEEMNS, ATV, 77V, RE%E
RIS 2019 ENSFE I BEBEINERES N TE DIREILBEIC
FROBEFNMMET U TWS, £, REKEICEWTHRIEME Fe
ZA/ME (FoRn) %#[ET % efgartigimod DEEIEEDE || H85
BN ETE S N TW3. Efgartigimod (& FcRn ZfE T3 2 &
Ko TIgGG DU A UL ZMFT ZERNG B8, HV
UAY RIEMNERE 22 GBS NOBEMENETIND
(Table 1).

SRR ZSRIR= 2 —O/NF—

CIDP (F 2 w AU LD B ETH DR = 2 —0/XF—T
HONUBEOEBREEEZET. EANIRETERR &ERAL
FHOmMAHEES NS typical CIDP MU L% HHTLBH
WS DHhDBERMNEET S, 2021 F£ D European Academy of
Neurology (EAN) & Peripheral Nerve Society (PNS) (c &K%
CIDP Z2EHA RS+ Y DHETICcHWT, CIDP I& typical CIDP
& CIDP variant ICKAIE i TH D, CIDP variant IC I distal
CIDP, multifocal/focal CIDP, motor CIDP, sensory CIDP Y& %
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Treatments Targets ClinicalTrials.gov Identifier Recruitment Status
NPB-01 (IVIg) N.A NCT01824251 Completed
Fingolimod N.A NCT01625182 Completed
Hizentra (SClg) N.A NCT01545076 Completed
HSCT N.A NCT00278629 Completed
IVIg + methylprednisolone N.A N.A Recruiting
Alemtuzumab CD52 NCT01757574 Withdrawn
Rituximab CD20 NCT03864185 Completed
Rituximab CD20 NCT04480450 Not yet recruiting
Rozanolixizumab FcRn NCT03861481 Completed
Efgartigimod FcRn NCT04280718 Recruiting
TAK-771 (SClg) N.A NCT05084053 Recruiting
SAR445088 Cils NCT 04658472 Recruiting

IVlg = intravenous immunoglobulin, SClg = subcutaneous immunoglobulin, HSCT = hematopoietic stem cell
transplantation, FCRn = neonatal Fc receptor, N.A = not available.

nTW3®, CIDP OFEERAREE UCRIBRERXR 7O/ R
Vig, PP DWTNOEMESGEIZL TWLWEH, BIRREICK >
TERBEORIGENER D Z LS THED, CIDP &
heterogeneous 7% REZ TIFE L LEBMREEZ 5N 51719,
CIDP TIFRIB O EBREABEUNCER - ET2IHT 2
HREEN DD, #FEEE LT3 BERORE/OT Y v
DERIRIR S (IVIg) F£7/idE 1 BEOET&ES (subcutaneous
immunoglobulin, LU SClg & B&EE) OBEMMEHFERS 1T L
%1920 Ffo Vg IFEIBREXATO4 RKDRBEIENT
W2H, BEOKRTHSBEREITOHEMIER 7O R/ULRE
EELD Vg DADEWT EMNRESINTWSEN2 ZZT, %
nsoMRZEAEDEABEELTIVIQ EXTO1 R/VULR
BEEE AT 3 RCT (OPTIC study) DT TWL%2),

—7 T CIDP Ic W T L HMEB(LAE DIBEE IC D W THIRET
Infeht, fingolimod M RCT TIRASMENH ST, U)X
RICKKE T2 CO2 I T DE/I7O—FIETH S
alemtuzumab OFHERHFIEETR> TS,

CIDP lc®F 2 FlcimaEE LT, BREMBMiEBIE
(autologous hematopoietic stem cell transplantation, LLF HSCT
ElgED) MEAHFESNTVWS, RIBREXTOAKR, VigHLL
& PP D55 &6 ZDDAREICEIME R L IHMKEFMED 66
B CIDP & (T HSCT A¥Thoh, Fi5 4.5 F/M (2~5 FH)
D7 A0=T v IhENfc. ZOHEICHWTH 80%DEEN
RERFERLTBSTIENTETRD, MEAREREEDE
BlE 33% D5 80% LU LML, i, EHDOEME #F
{zEIRE (nerve conduction study, LT NCS &BEEE) & T
HICERE E EEMEHBMORIELHSNTHED, Th%EE
B Z NIRRT SR RN H 52,

CIDP DIRREICIZ R MR & MR REDMA A B > TL

BEEZSNTVWSD, KEBDDERFICHE W TESHUERIERE
RAESNTWRL, FcRn ZEME LI IgG4 BT/ 20—+ )L
FUAED rozanolixizumab D | #HEERHY CIDP TiThoh, I 5IC
ERIgGT1 BID Fec 7T XY NBEITH % efgartigimod DEE Il
HRBROIETHRTH S, FeRn HEEIS 1gG B SHAHENEDL -
TWBREICEW THDAREEN B D, KRB TIELEREERH
EEICEVWTBICEREINTWS, FeRn BEEOBIEH TR
InizimE, CIDP OREICIERAD IgG B E 2 HEA B b -
TWBZEZRBIT B EICRDIED, NSDORBOERIE
CIDP OJFREMREA & WS RICR W T HIEF ICEKEL SHB D]
ENEFFEINS.

Ffc, CIDP ICHB I 2BEIEY I O7 7 —JIc L Z2EBEMNF
DTHZD, KEHERRETEHEBICHEDLENHSNDZ
EDBHD, EARBEDFEN CIDP BEETHSEND I EHER
LEINTWNWED20  ZDish, CIDPICHRITB2EERZIENE L
FRUAERAE UT, #iECls a9 3T/ 70—FILIRET
%% SAR445088 DA —T > T RJLE | BREENFCK Z Al
WEERINTWS2 (Table 2).

BHCR&EE/ RIXF—

BE®&ZEE/ R/XF— (autoimmune nodopathies, LT AN
ERB&EC) (& 2021 F£D EAN/PNS O CIDP 22541 K51 »ekE]
ICEWT CIDP M SR L o LB U WREBEER TH D, £
ICRBEHBROERBEICEEIT 2ERICHTT B IgG4 FiAH 5
HERDEREFHZEITY. ENERE LT, BEREAMREAIL
5 I F % neurofascin 155 (NF155), EHEREINS R T D
contactin 1 (CNTN1) & contactin-associated protein 1 (CASPR1)
BENMHSNTWVWS, AN IFINETIF CIDP ICBFESI N TW
fesh, CIDP DIZERRETH S IVIg, PP, BIBFRERX A4

BEPRMHIRSE | 2024 | 64515 3

Table 2 Recent and future clinical trials in chronic inflammatory demyelinating polyradiculoneuropathy.
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Table 3 Recent clinical trials in multifocal motor neuropathy.

Treatments Targets ClinicalTrials.gov Identifier Recruitment Status
NPB-01 (IVIg) N.A NCT01827072 Completed
Hyaqvia (IVIg) N.A NCT 02556437 Completed
TAK-771 (SClg) N.A NCT05084053 Recruiting
ARGX-117 C2 NCT05225675 Recruiting

IVlg = intravenous immunoglobulin, SClg = subcutaneous immunoglobulin, N.A = not available.

RIC & BBEIMTON TSN, IVIg ICIEIETH DEFANS
WE ENETIABHEGIICHB T 2FHDO—D EEZX 22,

AN [FBREEFHIDZ WA, ChETICCD20DE/ I H—
FIVITUERT3H B rituximab I & 2REIC K > THREDIREZ S
SDIERIREIR DE & A EDIE T AR Z SNIEAI BN Z
FOICEHIRES N TVNB, AN OFREIE CIDP D9 10%
BECHEHEINDH, AN DHFZTRE U KIBERERRS
BRziio>C¢& ti%bb\t%i%hé UL Lan's, &HEKXK
FHEFDE UeARFL 4 HEERICEWLWT AN Z & 6 #5514 CIDP
kﬁ?émwmwwﬁnmﬁﬁ(%m%)#%mént
RECIPE SER TId AN [ 15 o EFZEZEELTRD, 2111
D AFHF U Trituximab £fzld 7 ZERMRE I N3, REFS
THAHERIE AN (IgG4 BCHAREME CIDP) ZXRE LicE—D

HEETHD. BICHRIITRL TZOBRMNMPERFINTL
2hH%, 2022 D PNS annual meeting [c&WT, AERIA 26,
38, 52 BHDWT N DEFR THEE Inflammatory Neuropathy
Cause and Treatment (INCAT) disability score A% 1 2L E2&&E U
e BEDEIEH rituximab B£T 66.7%, 77 EREET20% TH >
el EMFERESNTNE?),

ZHEMEESH = 1 —O/NF—

MMN (FHBFREITIEDIERFRIED LB OESEEZZ L,
NCS TOIRETOw 7 ZE#ET 2%, MMN OEERISERD
RCT ICHWTHE— IVig DBZENTERAS N TWE N, BIBTK
BRX70O4 RIFIBEI DEFI’RESN TV cHBEBEFEAL
BmWS XK PPICEAL THEMER TSN TLEREWN, MMN T
(& IVIg THEDNRSNIRICHEIBEEBCERETZA DB L
MN&HZH, MMN OHETHIIFIIC 3 BREFRD Vig B TH S Z
ENRSINTE DA THEATREL B> TVWB®, —F, [k
DEEEBENENE=1—0/XF—7T& % CIDP TIEHELHREN
AIBE & 72D SClg W HERFEUE S U TARBTERB IR TL DN
MMN TIEERSINTRESIERT B ENTERHRWN, BHAD
5EMMN IZEWTH SCIgh B TH D EDHRENBESINT
K030~ [E MMN ICHIF S SClg D Il FHEREENARFETE
BEIhTwa,

MMN IE&B T2 EEHEE U THREROEBETHY T U A Y
R GM1 [EX9 2 IgM FifEd i@ T d D, ZDRNERITE
E+aIK@BBEInTuwiawn, ULALERLS, ThFETICIgM
GM1 AN EARZEH b S BED Z ENRBI N TR DO X
5ICHEEROEECNEEE S BET 2 & OWENH Y. £,

4 FRPR AR

iPSfifAM S ML S BIBE = 2 —A Y ZAWERRICE W
T, IgM FLiEHEEI — 2 —O > D GM1 ITFEE L THiteE B
FTEHIENRINTWNED, Z0iPS MighkDEH =2 —0O
VERWCBITICEWT, B8 1 —OVICIHESRE S
FAEHRFTH B COODRIBLTWB I ENTRENTHD,
T S ITHR C2 PR D ARGX-117 I & > THASEIEL Y HNE] &
NZTEMNFESNTVBEY, ZORRICE>T, BEMVUN
Tld ARGX-117 DZE || IHEBEHN BCK THTHTH 2 (Table 3).

MAG HifFBE= 1 —O/VF—

IgM M EH %5 = 2 —O/VF — TIXHEE T MAG 1T
% IgM FLED A 5N, RTERREMESIE MAG FiABE= 21 —0
NRF—EMEIND. MAG FABEE= 1 — O/ F — [FHERETHE

DFRMBREEEBMOREENEEZET 2. CIDP OEAER
BEICECCRIBRRERTOA R, Vg, PPHETEIND &
DH2H, —MIICEEMETH DRI U ISRERIGH AL,
BAE DT CD20 HHEAD rituximab DB TH > T EEFIN S
BESINTHD, INFXTICZDOD RCT AMTHIN TS0,
ZN5O@RCT TIEFEEFHMER ICHEWTEMEZ REBD o2
A, 10 m SRR TREENHOSNTE D ETH DI BEMN
%% BETSVAICEWT, rituximab O RIGEDRITF & HEE
T3 MAG UEEE= 2 —O/WF—EE (RE 2 FLUA, MAG
PUADMEAY 10,000 BTU BLE) ZXFR E Uz rituximab D 111 16
SER (THERAMAG : NCT05136976) MEHEIES N TW 3,

BRE~YO/O7Y YIEY gM B2OEERBEOE Y O—
VAV IOTY VIIEDBHICEWT MYDEE> DERH
BEICHSNDZENAMENTWNSE®, —7, MAG FiKEE
Za—ORF—BEICHWVWTH MYD8S#* ZEEN 60% LU LT
HFo5NTHDH@0 F)NvBEFOY VY VEE{LEES (Bruton's
tyrosine kinase, AT BTK &B&FC) PFEEEG EDHFE DD FIE
NEZKS U fc MYD88'?5P ZEEMD 3 - fc MAG MiFE&E= 2 —
O/ F—BE 11 61 9 FITHRIERDOLENHA SN TNDD,
MYD88** ZER % S5 MAG IFEE = 1 —O/F—EBE T
rituximab [T TH > TH BTK EEENABRRIRBEO—D &
BRDAEEENH D, SHBOBEOEBENHPRHINS.

e, MRICHENICERT2HRBEE LT VMAGHET
ZHNK1 TERN—T7ZEMUEREHERYY—THD
PPSGG 5T B EICL > TN DAY ETILICEWT
MAG HAMDBANAHSNTNBES, E5(C, EREDOLESH
RICHEWTH PPSGG W BEEEAND MAG HiE DG ZBHEE LT
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Table 4 Recent and future clinical trials in anti-MAG neuropathy.

* ARGX-117 VAVA

Treatments Targets ClinicalTrials.gov Identifier Recruitment Status
Rituximab CD20 NCT00259974 Completed
Rituximab or Acalabrutinib CD20 or BTK NCT05065554 Recruiting
Rituximab CD20 NCT05136976 Not yet recruiting
Lenalidomide Cereblon NCT03701711 Active, not recruiting
PPSGG MAG antibody NCT04568174 Terminated
MAG = myelin associated glycoprotein.
______ ®
+ Efgartigimod E
* Rozanolixizumab ! plasma cell B cell L E ‘é)_ L
"""""""" ’ Rituximab !
antibodies ‘ _ @56 _______
Mo 1/—( ®)
\ < )’ 7/?( ©) SoTTTTTTTTTT T ™
? SnmETseEsss N ! complement Eeuli b \
I < I ~ . : @] * Eculizumab !
* 0! gﬁgg)da se ! >\ ' + Crovalimab !
i i T * ANX005 i antigens
/( ! i . - SAR445088 !
VAN ! :

Fig. 1
(A) CD20 antibodies deplete B cells and inhibit antibody production. (B) Complement antibodies inhibit activation of complement. (C) IdeS
cleaves IgG antibodies and inhibits activation of complement and ADCC. (D) FcRn inhibitors reduce IgG antibodies by inhibition of recycling of
them. IdeS =
antibody dependent cellular cytotoxicity.

ZEMRINTWVWE?, ZNSDIFERICKD, BRMICEWT
PPSGG (PN-1007) O | HHRERN TION T WA RTEIFHIE
Em>TWS (Table 4). S, KA BREERRERZICEWN
TZDEIITRRICHEENICER L THRBEEZIHIT 5 L5
RREEOHRAENHASND L DICRZAEEMNH .

Bbobhic

FENEE=Z 1 —ONF—ICHBITZEEELT, RE<EIT
FEEXFOA R, Vg, PP AT TE /. CIDP Ic&RWLT SClg
DERBICE > TERENEECEDEH TR L B> TeRICDWT
EARFLICE T Z2EFDREDEREWVWZD., ULHrULENS,
MMN IZEWT SClg [FZXREKRERTH D, GBS, CIDP, MMN
TIEHBREAZ SN TV REREZTE > THREIEFAGIN DG
5FHFET S, Ffe, BESREME/ RIF—[TREERFAINS
<, MAG HifRBE= 1 — O/ F — [FHA M RIS ICHEIL L 1A
BENEL, INSOMEZITHY 2N RLGEHBRIEITHT
H2N, BUSLICEEORENTEES 1 —O/XF—FHME
BTHDHBEBD DG FBEREREN R L—XIT WD
BUWRNREEEZS. 5K RENEEZ1—0O/F—0%H

FRARARIEE |

Possible novel therapeutic targets and treatments in immune-mediated neuropathies.

IgG-degrading enzyme of Streptococcus pyogenes, FcCRn = neonatal Fc receptor, MAC = membrane attack complex, ADCC =

FUARERER & 722 BHIIEE & OREAZIZEN & U s ©
FcRn BEEZEDBMMENREI L (Fig. 1), AFLICEWTERBID
EZED D DEREEIRENLEN S Z &2 FLLL,

X #|
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Prospect of novel therapies in immune-mediated neuropathies

Motoi Kuwahara, M.D., Ph.D.

Department of Neurology, Kindai University Faculty of Medicine

Abstract: The efficacy of immunotherapies such as steroids, plasmapheresis, and intravenous immunoglobulin have been
proven in various immune-mediated neuropathies. However, these treatments sometimes lack the efficacy in a part of
patients with the immune-mediated neuropathies. In addition, anti-myelin associated glycoprotein (MAG) neuropathy is
usually refractory to the treatments. Recently, novel therapies targeting a molecule which are associated with pathogenesis
of immune-mediated diseases, have been developed. These molecularly targeted therapies are notable in immune-
mediated neuropathies as novel drug candidates. In the present article, current treatments and future prospect of novel

therapies in immune-mediated neuropathies will be reviewed.

Key words: novel therapies, Guillain—Barré syndrome, chronic inflammatory demyelinating polyradiculoneuropathy,
multifocal motor neuropathy, anti-MAG neuropathy
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